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Epidemiological characteristics and precise prophylaxis and control of primary liver cancer
in China

CAO Guangwen. (Department of Epidemiology, Faculty of Navy Medicine, Navy Medical University, Shanghai
200433, China)

Abstract In China, the prevalence of primary liver cancer (PLC) is higher in the South than in the North, higher
in the littoral than in the interior, and higher in the rural areas than in the urban areas. Male-to-female ratio of
PLC is 3:1. In the past 20 years, PLC has been the second leading cause of cancer-related death; the age-
standardized mortality in middle-aged population (40-65 years) has been higher than that in the aged population
(older than 65 years); and it has been the first leading cause of cancer-related death in males younger than 65
years old. In China, hepatocellular carcinoma (HCC) and intrahepatic cholangiocarcinoma (ICC) account for 93%
and 3% in PLC, respectively. Factors that persistently cause liver damage are the cause of PLC, which are key ele-
ments for the prophylaxis of the first grade. The major cause of HCC is persistent infection with hepatitis B virus
(HBV), accounting for 84.4% of HCC in China. Approximately, 32% male and 9% female HBV chronic carriers
are predicted to die of HCC by 75 years old. In addition, alpha-toxin exposure, infection with Clonorchis sinensis,
heavy alcohol consumption, metabolic syndrome, and hepatitis C virus infection greatly increase the risk of PLC.
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HBV-related HCC (HBV-HCC) occurs 10 years earlier than HCC related to other causes and has poorer progno-
sis. Defining high-risk population of PLC is important for the prophylaxis of the second grade. Surgical resection

is effective for the treatment of PLC at early stage; however, PLC is apt to recur postoperatively, with a five-year

survival rate of approximately 30% after surgery. The 5-year survival rate after ICC surgery is less than 20%.

Anti-HBV treatment not only decreases the occurrence of HCC in HBV-infected subjects significantly, but also

greatly improves the postoperative prognosis. Surgery following the recurrence, radiation, anti-angiogenic treat-

ment, immunotherapy, combined immunotherapy with targeted therapy, and aerobic exercise apparently improve

the effect of phylaxis of I-III grade of PLC.
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E M F B AGAE VG AE AN S AR Y s F Y 3 BLAE B S A
W R S5 b X 5 G AT H Y 4 A 7 S8 7 BF A ISR
1Y 55 A7k g A 2 DL S R ) P & b s ) B AE HOA
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Pl A - HBV 3[R B4 [y A B e
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HBV JE R H AT W =it Fe 47~ 7 0 E HBV £ 25
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FIT o5 0 L) 2 2K T K VT DB X s HBV B 24 1 4
fi5 CHIM I ;HBV D E B A fE AL X . HBV
FE [ AY 32 E A C2 (58.0%) « B2 (27.3%) A1 C1
(10.7%) » HBV C2 [ b A7) M\ 37T AL (82.5%) « B
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HBYV D 24 fiy Hp [ P8 54 N AR FA% N KRG 10 A
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5 3 [ P4 b b X AT — Fh HBV JE R 84 C 37 . 284
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VAT R ELHBV C2 & 21 2 8L BT 28 18 144 1) ok —
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U 9% S e v 2 B R A B ST S R TR K
HBV C & 7E HCC H1 % I, , & HCC K A= BBk 37 £ [
[ % ,{H HBV B2 fllHBV jR& & & K A & e 5 HCC R
Ja ERKRZEY,

AR AR AT R S I A XN BE AR
HBV J& K] 84 A1 B A I8 A OC &, & 05 B A 4k
GHEFPE L 5 43 LB #E HBV C Bk e 35 (1) B
R T E m T HBV BRI . 2 R & [H 447
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P 2T A B3 ATHCC B3 19 175 HBV DNA K
J5 A HBeAg IfiL i/ % 45 %6 35) |56 4 % 14 in 1y A2 4k, , 78
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HCC H % §1 HBV C2 [f) HBeAg IflL i # ¥ F i Z A%
T HBV B2. LLHBV C2 JyfEfili f¥) 1 & ik DA 7Y Jgk e
5530 M I 10 R AR Ok R B, AT RE ) R IR 2 5 9
FHIKE Ao HBV C2AE T HCC &3, U2
G N E et A TREN Rt SR i A S 12AY
B2 7E4E 52 HCC 3 v WL o9 55 9k B e e iy FLAR
DAEE AL . 2 TR 2 R 4 A R B AR (240
D) B R ERIR E (>10° # D1/mL) /& HCC {3l 57
fEl R . FARUEMEE 14, HBV B2 4
HCC & K/ ¥ 1 R A A% 8 % & T HBV C2 W21
HCC, 1M H HCC R/ 5R R EREH G £
IR 2 B 9 20 #r R B, 4F 6% <50 % A HBV B2 B 4L 2
HCC &H R/ MM faR &R . % e 13K
(] 75 ol 5 L HBV 2[RV R 78 PR A6 A HCC R A2/
RAPIERM™, &t iR, 45 % LL E S HEHBV C
T YL 5 7 HBeAg IMILi5 % e J5 By 55 4E 37 BT DO g
RAS DAL RE AL 5 4F 32 1) 2 4 HBV B &L [ HCC
BE ARG MARBUR E IR )T LK HCC R K -

3 HBVEZE“=4SH" PR LRE

3.1 HBV O A 80T MG a7 X AR B REE 341
FH 1000 2 515K B #E X (1 TEAER HBV B G% #9055 17
b1, Je HoE HBeAg FH 1 N B 7 41 2 “ B A4 7 417
I DA A A A B 8 R AH S HBV A8 5o [ B T
HBV g “ =20 ih 7 o % B BL ) HBV A% 0 3 311
g X AR SRR, KRBT 66 B oK # 4R E fY HCC
X HBV 42 7 . &K HBV # [K 5 C # C1673T.
A1726C. A1727T. C1730G. C1766T. A1762T/
G1764A.T1768A.C1773T A1 C1799G <5t 48 73 it 2
AR 4K R R 5 2 PR R B U R B, 4F % L ALT
5+ ~HBV DNA =10"#% Jl/mL. 2 [ ¢ C.C1653T.
T1674C/G.T1753V Fl A1762T/G1764A J& HCC K J
(B ST G K R 25 . R T HBV 3 B2 AR S () B 43 R
1653C-1674G/C-1753V-1762T/1764A {E HCC k& H
FREAEHCC IR 1 6.28 155, BH 1R &= 4 J ik
i LA A 4 v, 38 A - HC.C 7™ X L8 fff
A BT 52 HCC & fa Nt

3.2 HBVHIS XA RRAE FATKI, A [F HBV
FE PR 2 xof A S B TR A W A B B 2 R, IX S /E HBY
PreS [X BB & 5 43 51 DAJGE IR HBV J&k 4L 3 1t
AN 5 83 A B 3 I R 5% 5 HCC 3
BT, IR A T HBV AT S ORI 4 S [X (14 975 AH
FAF S RI PreS1 # 2% \PreS2 6l 2k DL M PreS2 2 iR
AL RUAR S AR HCC H R 400 256 K e BE v T I e R Jk
H 12 O TR 5 R AEAL B . HBV 1 PreS BFAE Y

BERZ5HEAERENE X, MErREE
HCC KA R A 5% . 2 K2 [\ )3 40 BTk sk, 4
W% . HBeAg ¥ 4t . ALT > 45 U/L. X % 1t B 4 Y
T3116C F1 A2964C & FF R £k XU 384 = 1 57 f [
A& ; £ # .HBV DNA >10°# Jl/mL.HBV & [X %Y
C.HBV % 5% {1 $§ C2964A. C3116T. C7A. T53C.
PreS2 L 4A 7 1548 57 \PreS1 B2k /& HCC KA s a7
fa R =", UESE T HBV 2R 5 75 FUlll HBV £« —
S5 H AN R Y A B A A R E
3.3 BB HBV AR5 HCC A A 1 T4

HCC fH X HBV A2 S5 45 £, B 4F W 4 531 DT fic
()97 151 % BEAJE 78 #8578 7 HBV #2400 JE 31 Al PreS 48
S HCC f& [ M s sz, R HBV S K 2 C.
PreS2 J& 3 T A& 5 . C105T. T1753V. A1762T/
G1764A Z5 HBV 22 53 42 HCC [ 3l 37 4G [ K =07,
PATXT HCC Hr 5 M B o G H 8 1 (1) HBV 48 5
HHAT T 2G50 Hr , K I PreS B 2% . C1653T. T1753V
AT A1762T/G1764A 7% 5 7E HBV EUJm “ =20 i 7 H 2%
AN R I R AR AR B T s I HCC AH %
FIHBV Hi S X %0 J5 8 F-/3 5% 7 1 AS 5775 HBV
2 M B R B HCC (13 72 oz i 2, 1% e AR S
Je LA AU HCC 1R 4™ HBV Ax & M 505
A5 5 A1762T/G1764A 1E HCC &I B 10 425 7l LA
B, B A AR 5 bl AT A 5 B S 25 S 28 i 1
HCC R A MIRE S5 . FAT R IAE RS HBV 2K 4L
JG s A1762T/G1764A H BLE: 5, PreS ik 2k . C1653T
A T1753V HBLECHERY . BABI I 52k BB A A% 57 i
PLEZRT 6 SR T HCC KA. DRI, AT T &
f& HBV 2 R IS f il 5 oA, & M T HBV J& 4
FORAHCC I, H T s e N, AT R
HCC i TP 335€ 1 B
3.4 HBVARXHCCEKMTMAIER AT HT
TAFRMHLHBY & 55 2 5, R HBV L2 E
1E HCC &3 i 4 23 e 55 A 23RN 4 J8 if A 4k
I3 AN ) 20« 70 e 4H 230 R Dl B 938 TR 70 B 55 5 a3t Ak B
1 5 75 A1 JE) 1L AP G 38 398 5 A it , HBV AL e P s 7098
5 FF2H 230 HBV 16 3E A0 A2 B A T8 4 23R A1 J if
Z ), g 55 A 20 2 A s HBY B EZ 3 T, “
J "7 JG HBV 4 J1AN [F) G 5 15 77 S A B ik A0 2% 2 58 4
ANTA], G S AN R 423 Hp HBY AR 53 2R A8
HCC ¥ B e M A . RAED 7 NI E
APOBEC3s, it #f HBV 7t & ffill i #£ # 28 /7 RNA 1¥
M BORAE T KN4 AE R . APOBEC3B 5%
HBV 48 3 AN & HCC K AR EEEKK K, &t
B4k R, R A K B3 E K A2 1 HBV 4B R
A1762T/G1764A 1 IfiLi H A7 15 A4 g Tl HCC & K&
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L e o T L 5 4 2R R0 55 41 2R R 35 A X R Ak
RiP, £ HBV-HCC B kK ¥ i fe v, HBV 22 5 )
G 8 58 7 U ) T2 10 e R 3 A% 1% i 98 Tl
A5 (tumor microenvironment, TME) 1 4% If) fiE i
P ai R . AL E ORI, HBV B S X G40C 42
FERE AR HCC A RTE™ . X FE, HBV @k
AU HCC KA, g #E HCC BIA R s 1
HCC & A= T AT f5 T 00 A6 7 RO 1 A5 &, 78
HBV U = 2% b5 b ¥ fe R 15T SEH .

4 HBV FETLTREFEMEESS THLH

FATE RN Be % B4 HBV F sk gL IR &
P75 32 5 DR 20 ) “ B 22 N % )2 1 (SBD ” B ) B Y g
TR R, e 70 S 7Y HBx 3k (K] i 22 Fr fH
SE 4 LR - (1) g 77 5 2 = T B B £E HBx, 7 SB
SRR TR BUHCC RE AR it 6 R e DX B35
T AR KB HBX #17 C1653T+T1674G+A1762T/
G1764A Bk & A8 5 1E SB W T I o g % 5 K PR BEE
R RIER RIS LR m AR . TR
HBx = B I W0 2 V5 I 5 330 0 ) X1 1 (plas-
minogen activator inhibitor 1, PAI-1) F14H g 4 24 J
W1 A Ceell division cyclin 20, CDC20) % i% , {2 3
HCC BN R AT PEREE . 1XLE7E SB )4 A v
() B B e ) 40 B ASE 28 e JHC S b A A B A A 2
FTE S . PAI-1 4% 1F B /& HCC Tl 4 W % b 6 A0
HCC Ja Y7 #EARY . [FINF, FRATTIT i 1 BA B Wt 538
I C3116T/T31C B & 748 S A% ii 3 & T PreS2 Hk 2%
(43.61% vs. 7.16%) o N FH 1 40 F2 A 988 4 128 Bk )
VIR R I, B B AT S X 3 B A48 5 G2950A/
G2951A/A2962G/C2964A F1 C3116T/T31C [ K S %
R, B A= KR . (E SBEh R AL b R B, BT
T At 11048 S HBV K S 3 [A] bE B A= Yk S A
HA 58 105 2 HCC A 2 HCC # # A1 8L 6t
71 . G2950A/G2951A/A2962G/C2964A F1 C3116T/
T31C PRl A AR S 75 SB sh )44 4 25 ] DL 28 9
92 P % R U AH DG AF 58 2, 5 5 P 0 I R
A LA o B SR S N b TL-6/STAT3 {5 5 il
% . HBV K S J& K18 3T JBUK IL-6/STAT3 15 58 #%
fEHEHCC KA MEEFE™, KN HBV 48 5 ik
AR LR SORE S e FE 1 45 3, TR s HBV A2
RETE AR N JBUR AR I R e R “ I 28RS 5 18 B -
XFE,HBV HEAb i “ B 2 HBV— ik 5 — 48 57
HBV— 15 & % 0E — 80 7 UK B0 K55 1E FH 71,
et HCC L R B -

5 HBV #UL KRB H—=ERER
RIE BB HLH

FH 4% 3 (R 2H OB 43 A, K3 T HBV-HCC #7 5
JAT A STATA 3£ [H 157574865 Al 1T 28N\ 4 40 o ¢ )R
HLA-DQ 159275319 7 55 . STAT4 5 B 4% 5 K 1 Al
G955 I L BRI T R 7, AR 3R B L 4H A 2 1L-12
AR Tt & (IFN-0 5L IFN-B) BLi% S IFN-y. 5200
STAT4 R IE K rs7574865 G 54 FE [ 5. 3 B jn HCC
RIFIE: . STATA {E 3 A 4 b F Ik KTV B E KT
5 FFAH 2, 4571 157574865 GG H: [ B STAT4 ) %
KK E AR T TT K AL #0; K B G 4k
16g22.1 1) PRMT7 % 15 & K )y & 7 X A7 £ — 4
HCC & fE AL 5 1s73613962, % A7 1 B AT 5 A7 52 [R5
S PR3 5 TV 1 08 I % S R T HNF4A 45 & 31%
X 38, {2 3 PRMT7 314 , i@ it P53 38 2% 71 HCC %
JAERT, % B B N HLA- T J& 3 5] (HLA-DR.
HLA-DP.HLA-DQ) 5t K8t % £ 25 11 11 2 I, 35 [K] 7Y
5 HBV B G2 VE AL 52 8 35 0 O, o BN LS4
S IR 33 TR e 2 A R 35 S I S i 4 IR
HBV B4 g £ B A#Eh FEHCC. AR
LN 5 RRH BN PR RN B A 1 2 2 2 ] 2
DL (R B 2 () g A L3« {2 ik HBV 18 P Ak 1) 8 4% A
M (HLA-DQ.HLA-DP.HLA-DR Pl }2 NFKBIA i# f%
AL D TE R BN EE R Hp e 32 B R R, i 7R BR
PN JE T IR A, [ 2 TRIRES 18] B T HBV
B ok A2 Hh B JORE [ 5 45 HH NF-xB 1842 ) NF-
KB Fl kB 2[5 5 3 7 S A T R 2 A M R L s Y
K YLHBY C2 B i KA HCC 1) £ 2 fafe R &,
NF-«B il % 1] 5¢ # 7 T kB 2% [K] NFKBIA -881
(rs3138053, A>G) fit 13 18 % %8 i A1 98 — i % 4 i
FEP . 3K — I 22 D I\ A s 384 Ty B 1) AR FE R O
TN AFATH E NI 5 A HBV 18 1 ik g
(HAEBRDMBEMEZHHACCCHA2EK1/2) . K
136 /& B, NF-xB . STAT3 5 HBV £ i % v 3 2
28 0E JH B I8 L 2 A 1 5 HBV {298 48 = 7E HCC Al
JHF R AL T 1 B A B R 3 B Y, g stk
DRI 25 T8 e % G 8/ 9RE 7 T 3R 1A , RS JORE — 7
JEINRE, FEHBV YL )5 5 U RS 1 35 3 4 T %

PR HCC it b & & -
6 APOBEC3B #1 UNG F & %@ £
HBV-HCC FI1EH

G P DR 0 A% R 5 B I IR 3R 58 LA A st
T GERF T 18 1 JRAE T3R5, J5 ¥ W HBV RAZAN



- 1460 -

IR RER R 2024 Nov. 41(11)

JHF R A 448 i 5% I )i B4t 1 iR 8h 1. APOBEC
3s 5 UNG < [a] 1)~ 2% 1 & HBV 22 K 20 Al 7 32 4
Jio 2 PR ZH R 4 e R B A L IRBTR R 2 — .
APOBEC3B J& 3l 7 T it 2 47 £ rs2267401 {2 3 &
f& HBV 48 53 (1) 24 1, 3 5% APOBEC3B ik i1 25
B R 5 B AR UNG 3 58 7 I e 14 26 A7 £ R A2 B4R
BERHHCCHIRAEMARAUG . 18 KRS T
IL-6 %5 2 30 APOBEC3B ik, [£{X UNG £ ik,
52 APOBEC3B-UNG 2 [1] ) ~F- 17 2 1 , i€ i3k 44 41
3K 574 S AT HBY A8 57, I8 98 R — G 2 fl R B %)
AR S G R AN B AT IR R, HE TR HCC“ AR i —
e P — 3 N AL R FERY . X — WL Ak Bk —
WP T ORE AR B T I HR Bl . APOBEC
3s-UNG [¥) 2k # ANYAE HBV B i £% b ot 3 2 4E
R T HLAZ P T % R 78 S Ath g G R 2 e RN E A
St A e R A 3 TP 56E . APOBEC3B Ji
B F WAL AL 5 rs2267401-G FE AR I & 98 19 K% 0 X
B 5 (EL 2 398 0 E 3 5 19 6 RIS 5 32 2 i R O o
it Kl F- TEAP2A 75 A8 o =y 38 A , TNF oo 1
#] TFAP2A, #& 5 APOBEC3B % i% 7K *F ; APOBEC3
A JB BT 38 4E 5 AT rs12157810-C FAAK T HHE &
R E B 98 1R R RV 5 32 R JEL IR 2 TNFo 8 5 1 5%
s A 7 Ets-1p68 5 4 7 1s12157810-C 4§ fir 4k
APOBEC3A JH 3l 1 145 & /1, it i3 APOBEC3A i
JE3R15 . APOBEC3A R4 ft /1 = T APOBEC3B
I 1 000 i, APOBEC3A 5 3 ik B #: 5 308 41 i
R 8 A K Tl Wb 2, 35 R 4l M ) 1, e T BRI T
Je R AR TR B AT B e A AL g e B
It , APOBEC3A/APOBEC3B J& ) 1 it 4% 5 Jé Itk i
Tk 55 2H 23 2 M [ A 14D R S A SR IR A ELAE A
T AE SO ISR N RRE L T M. R T R E AR
YU AR S e R I AR, AT R BE EH AR T
TP WA EEAE HCCLICC F1 CHC 1 3% B vh i 1
FAATLH 5 2 B A9 25 203 o s 4 P - PR AR AE e e T 2%
WE BRI EY . FHRHEAL T HCC. 45
i s S5 S PR A D R IR, R B T A L 4%
APOBECs JX ) 58 4% , {1 13 8 iE - PE 4k 15 5 1 B A0
iR AR S A Bl Y RIS TR ALY . A e R AR A
) 35 R S TR U 4% g 2O VR T IR I DN R

FETF UL R, AR TR R F
o ZHIS IO 18 M RO 2 APOBEC3s %5 /i
AR R 5 UNG S48 &1 & 2 MR P 0,
093 B AN 41 PR JIEWORAE N R AR i —i%
PTG N A R T BUM R A0 M S T ORI
POREAH U JRAS 5 B %, RAF T M K B BT AE
i i L £ TE PR B S T MR R AIE , R OA T AE IR I s

RIEME AT BB JOREKME T A8 A AE
% 2 A M I = B ROk, 5 E AU HBV AR
S, AR TS ARG B A . HCC A 5%
HBV 28 53 B A (2 3F HCC B 1tk 2 B T e . A2 iy
70 S 5 0 AT 4 K0 20 T UK IR AR A 3 o e
JE S HBV 28 5 A 41 it A8 S5 A0 2 W38 % 48 1 n 441
T LB AEHES D RNA 2501, B0E 7 B &
iE A SC A A @ B, SRS T I M L7 FTEMT 1)
BU2, (40 i B & 3 278 77 EBR B 2« T 7 FE RE
71,315 T WA RG22 0E 1 B A R,
fif 8 F (AFP) £ HCC W im R 1A %5 . %/ HBV {2 i
HCCH#Hb & B, T w5 A 7 if &g E R
AR WA — AN ARk F—E N
2, {5 /2 HBV U #E 1k & — AN 1 4k 7 i FE-,
E“RERE B R B HR R R, M ROER 7 &
B P 0 e T (R AR R AR S8 R 2 T
(S e k% O AE A . HBV 8 S f2 % 05 5@
% AT R A 0 e E AL B AR A i AT B R
e % FH TR R A )96 T B S T AR

7 HBV-HCCREMEXEBY
SEEARER

7.0 PURERIRIT ATk B E T S HBV e A B
HCC R NS M 2B % B3 I BE Ui 10
SE IR R BE P BRI AIE 70 AR R B, T RS L T R AL A
# 1 A1762T/G1764A.C1653T. T1753V %5 HBV &
Stae HCC kA FIBE T (AT 6 165 R & 1 DU 896
S MR R R . @ T TR AT 6 4 T %0 HBV-
HCC & A= 1 $8 A5 & & CEUE 2 1F AL 2020SR 182265
9. K preS X G2950A/G2951A/A2962G/C2964A
A C3116T/T31C BEA A8 7 Ik 25 38 e il XU, 1 HL
X XS T DS PO B IR T BT AGAR , 78 A R AL 1)
HBV & Je 2 o, B % R IR T 20 S 4 R
2 EFICHCC MK . fE45 71 preS2 B2k HBV &
Je i, PUR BRVAIT A REFFIS HCC KA R . Pl
FFVRIT 3~ 5 AR B AT s G HBV B 4L 1 HCC
RIFHRBEIK T 78.0%, A i 73 [F 1 000 /7 HBV J&
YeF AE 75 % Z Wi LT HCC™, 7 HBV-HCC %
ST B e 7 5L

7.2 circKCNN2 Al circGLS2 25 P 78 K & # Ht HCC
HRER AT HBV-HCC & 5 55 BA 71 v ik B
HCC & K 1 98 241 2R FE A, 43 5l >R 7 08 & RNA
I - miRNA U 7 A1 circRNA Ml 5, &K 3L T 59 711
A~ cireRNA 7581, H i 4 55 752 4 circRNA 7 51 7F
CircAtlas database 1 B VER: . W15 23 959 N HT
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1) circRNA J7 5 AT W05 B R 22 & i, KW
T 55 R KT &3 A S K cireRNA , H 06 H o g
b B ) circRNA (circKCNN2. circGLS2) #f 47
T SRIG IS AE AEEA AN IS AE o 45 R B R, R 4 4
W circKCNN2 15 3R 1A 42 7w B B Ok KU BE AR, 78
HCC 20 il % b it 36 35 circKCNN2 A DL S 25 417 ]
HCC 40 i 1) 3958 1L 7% A= 28 e B T ORI Y I8
AE 77 . R circKCNN2 f I 37 5% 5% 8 3% 0 1) IR 7
NFYA Fl R 7 2 B 4> T miR-520c-3p. MBD2 F1
FGFR4, ilE. B circKCNN2 @ i 1 Fff miR-520c¢-3p ifij
i MBD2 &3k LU HCC &M% A . F I HCC
a1 i AR 2R A% B 0T AT R B A 1 circKCNN2 i &
1818 I i FGFR4 5 SR AR e 7= A8 By [R] 0 i e %
B S i 5T A HBV-HCC & R 25 = 2% ¥ 5 $2 it
THT T F B
7.3 EL T HCC S Mg e M BL RV 7 AR B
N H G 2R 1 CAFP) Al [ 2R 1925 HCC ATAT 4
SURE S 1 0 - 1R 25 DR 3 S R % 5 1) O 3l i
RO P P I SR IR, 40 EE 40 A RO B AR
PR e SEILAE HCC A 23 R S R IB AR 2R A, o
G 95 428 DR 175 o980 4 43 b s R PR Rk I 3 s
i I8 G 2 TR 15, O FE B R A P D () B e 6T TE
WOE R R IR A A E, % 5T o DA
HCC 2 Al (1) e i AR5 S PR B VR B 43 17 R R 5
P T e e, R A T P PP 5 T SR AR 1) YR T R
FhE=a7
7.4  #37 T HBV-HCC AR J5 & Kk F T 5 br ik R A0
FESVETUp i N FHIRATE . HBV J§ HCC R
Ja Bl U7 A BB 5 B, IR ELAR >3 om . R LA
SERE . PRI Z H RN R IE R o A FE
%« B ZE 20 T 00 S e -2 2 I M 2 R G v 8 B
WE>10° 2 Ul /mL /& HCC AR 5 & & F1FE T 1 Al 57
f& 6 R 25 Pt HBV 6 97 /2 HCC R 5 & R ME T
[ ME— BT OR3P IR 2K o AR 5 I R b o BE AL AT BRI
PRI 5% , 22 % R 25 Cox 28 L 4 457 FE B R 73 M iE
SIS A% ALY AT bR AE DU B VR T 8 PR AR
HBV-HCC A & & & (HR=0.41, 95% CI: 0.32~
0.70) , ZE K HCC #H &AL T (HR=0.26,95% CI:0.14
~0.50) . B H B P EE VR 9T T DL 3 FR AR
HCC K J& 2 4 W %E 1= (HR=0.41, 95% CI: 0.27~
0.62) , 1M H. 7] DL & 3% 243% HBV-HCC & R J5 6 1
H D ag , 42 3E AR 5 5% K /N F Dl fig 1) 3dv e Pk
2o WEEAR FoRUL R R PUR BIR T RS 4 4F
A7 RAE T 82.3%. fHZ , X T 76 5 T it 5 X 41
AT 37 R K A HBV A X 2[R (Ct-HBx) 1) &
HLOPURTIRIT A U EAURY. X — RIS T

HBV-HCC AR J5 i 21697 JHE NG R 6 e, R4 H
— N A R AT ISR A R RS T C-HBx R R K
R 0 Ct-HBx #5511 58 35 AT 7 5 1k B B2 R i 2
PRl 40 7 Ct-HBx B Jie 5 7 M i DRIVE T A R A X
— I L
7.5 HAlE B A M PLC =R 552 &
F AR VI B BT X HCC BT 2% : FATTHE HBV-HCC
T BA B 5 A R I 52 R T IR T AR U ok AT %oF
HCC A B R M7 2% il A A [R) 7 72 I8 7 1f 22
SR A K o T IR B R A R e A 8 R IR
SR ST e AR E IR T, BT DL 3B 5
T 98 24 W A RBURR S . 3 R R T B i T R R
[F)RE T DA 5 G B VR T BT 2. B RAT 4E & Ik
omega-3 JIF I R 3 38 I 4= & JREIK -, 5 R 9T
HEPUA ¢, 38 Ik TR A I T 0 v B, AT DAY 5 e
BIT T 2L . G e A A S 0 77 40 PD-1.PD-L1
PUik, CTLA4 LAk , -G 0 I 2 R 00 ot 711 e o A
A LA AT 2590 AN R R R T 6 R HCC
BRI R, Hoh g 2R 2 A H A e
Il PRI 5 H o

EHIZ X HCC A MM =EMH . B3
AT DA 25 07 g i 1 R AR T LK i 28 B )
fiEAH AT A BRI E ™. B E3REA
OO R B R 2, A2 4 I T 7 R A K e B R AIG
18 P 980 , JE 10 A R g o Ak R E 1 8 e E
f e KA. P KR AR, hEiEs)
Xof PLC #5542 HCC & A= BB A4 i 78 i AT DL
1 B4R PLC R R P& 20% L E. & 7.5~15h
7 AR I (R F 12 30 5 18 BE R 18%~27% 1) PLC &
A XK . Meta 73 A1 32 7~ o 45 58 532 3l ] DL BE IR
23% ) HCC & A= XU AT 19% (1K) HCC FE T2 XU
R, 18 & iz 3 L2 A 2 34 PLC #I B 6 2081
A AT —Fp LLZG W) o B 4 . AR
R A 2T R RIG YT » 45 & D AN kS5
Aizsh SN S B A, % HCC =2 Pl 4 & 5
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